Post-kala-azar dermal leishmaniasis (PKDL) is rarely reported in South America. In spite of the fact that there are many reports about the association of visceral leishmaniasis and AIDS, PKDL is very uncommon in HIV-positive patients, and so far only four cases have been documented in the literature. We present another case with unusual clinicopathological aspects. The patient, a 28-year-old male, from Salvador, Bahia (an endemic area) presented with clinical manifestations of visceral leishmaniasis three years after the diagnosis of AIDS. During treatment for visceral leishmaniasis he developed disseminated miliary papules. Microscopically, the skin biopsy showed a "saw-tooth" pattern with a lichenoid mononuclear infiltrate simulating lichen planus. The histopathological diagnosis was achieved through the finding of amastigotes. The authors discuss the clinicopathological aspects of this case based on a review of the specific literature.
Post-kala-azar dermal leishmaniasis (PKDL) is frequent in India and the Sudan. In India PKDL occurs in 6% to 20% of the cases of visceral leishmaniasis (VL), six months to five years after apparently successful treatment of VL [1] . In Africa PKDL is a common complication of VL, occurring in 57% of the cases. However, a significantly higher PKDL rate (69%) is observed in those patients who received inadequate or irregular treatment. African PKDL appears during or shortly after treatment [2] .
PKDL manifests as multiple hypochromic macules, erythematous papules and nodules [2, 3] . Usually, an erythematous macular eruption on the cheeks is the first manifestation of the disease [3] . A papular or nodular rash is the most frequent clinical aspect observed in 51% of the cases [2] .
In spite of the fact that there are many reports about the association of VL and AIDS [4] [5] [6] [7] [8] , PKDL is very uncommon in HIV-positive patients, and so far only four cases have been documented in the literature [9] [10] [11] [12] . In these cases the lesions consisted of macules, papulo-nodular rash or erythematous plaques. The lesions were localized or involved only a few areas of the body. No case of micropapular rash has been observed.
In the South American literature PKDL is rarely reported [13, 14] . We present a case of PKDL associated with AIDS with unusual clinicopathological aspects.
Case Report
A 28-year-old male, Negro, from the peripheral and coastal area of Salvador, Bahia, (endemic zone for visceral leishmaniasis) has had AIDS since 1997, when he first presented fever, diarrhea, convulsive crises, and loss of weight. Since then, he has regularly used a anti-retroviral therapy schedule with D4T, DDI, and nelfinavir, with disappearance of the symptomatology. Three years after the diagnosis of AIDS, he presented fever, loss of weight and www.infecto.org.br/bjid.htm hepatosplenomegaly. At this time he had a diagnosis of VL, due to a positive serological test for leishmaniasis and the presence of amastigotes in the bone marrow aspirate. He underwent treatment with Glucantime (5525mg/day during 30 days), with great improvement. Two weeks after hospital discharge, before beginning the maintenance treatment, he developed a skin rash on the face, thorax, and on the upper and lower limbs. At this time he also presented hepatosplenomegaly and the direct examination and culture of one skin lesion was positive for leishmania.
Dermatological examination
A rash of multiple and confluent, miliary papules were seen over the face, on the anterior and posterior aspects of the thorax (Figure 1 ) and on the lower and upper limbs.
Pathological examination
Histologic examination of a cutaneous biopsy specimen showed hyperkeratosis, a "saw-tooth" pattern, basal layer vacuolization, pigmentary incontinence and a lichenoid infiltration in the upper dermis (Figure 2 ). The inflammatory infiltrate was composed of plasma cells, lymphocytes, and macrophages, most of them containing amastigotes (Figure 3 ). In the lower dermis there was a similar perivascular infiltration.
Discussion
VL may present an acute, subacute or chronic evolution, but most infected individuals remain completely asymptomatic [15] . However association with conditions that cause immunosuppression can lead to progression from an asymptomatic form to the classic disease [16] . The patient lived in an area endemic for VL and probably had the asymptomatic form of VL before becoming infected with HIV.
The clinical pattern of the present case resembles keratosis pilaris, lichen spinulosus, phrynoderma, or miliaria rubra. It is similar to the micropapular form of PKDL previously described [2] .
Histologically, in PKDL, a mild to heavy inflammatory infiltrate of plasma cells, lymphocytes, macrophages, parasitized or not, and occasional epithelioid and giant cells are seen. In cases with heavy infiltration an epidermal atrophy is observed [2, 14] . According to Zijlstra et al (2000) [2] , in Sudan, only 20% of the skin biopsies show parasitism. In India, Ramesh and Mukherjee (1995) [3] found parasites in 58% of the biopsies. When there is association with AIDS amastigotes are frequent in the cutaneous lesions [9] [10] [11] [12] , as we observed here. Because of the great frequency of parasites PKDL may simulate borderline or subpolar diffuse leishmaniasis [17] , however the clinical history and the clinical evaluation of the present case allowed a differential diagnosis. Histologically the lesion exhibited a "saw-tooth" pattern, a basal layer vacuolization and a lichenoid infiltrate, that could be misdiagnosed as lichen planus if the parasites were not observed.
This case demonstrates that it is mandatory to consider the diagnosis of PKDL in disseminated papulary skin lesions occurring during or after the treatment of VL.
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